Rolland-Cachera et al. proposed to include age at adiposity rebound and body mass index (BMI) trajectory among parameters that evaluated the metabolic individual risk factor and clustering estimation in children and adolescents. This suggestion is based on the known relationship between an early adiposity rebound (EAR) (that is, before 6 years of age) and BMI pattern. 1 Moreover, the interest for BMI trajectory, showing low fatness in early childhood followed by high fatness associated with EAR, has progressively increased in the last decade together with the demonstrations of its health consequences later in life. In fact, longitudinal studies have shown an increased risk for type 2 diabetes mellitus, high blood pressure and obesity in subjects with small birth weight and thinness at age of 2 years followed by rapid weight gain.
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We recently proposed 5 the estimation of individual metabolic risk in childhood, not only with the presence of the metabolic abnormalities classically defined with the term metabolic syndrome, but also with the presence of some familial and/or individual anamnestic risk factors. This implies the close attention of the paediatrician to the overall condition of the subject regardless of the actual weight status. Among conditions known to increase the individual risk for future cardiovascular disease or type 2 diabetes, we included a small birth weight for gestational age (SGA), defined as birth weight (and/or length) at least 2 s. d. below the mean for gestational age. Rolland-Cachera et al. correctly pointed out the physiological BMI time course both in early and in late childhood. SGA children may show BMI trajectories similar to that observed in children with an EAR, both different from that observed in healthy subjects. These two risk-factor situations probably differ from each other for origin, metabolic parameters involved and early lifestyle (for example, growth in the first 2 years of life), but they could be also classified as part of the same disease, such as absence/shortness of reduced adiposity period. However, the critical issue to be discussed is whether or not prenatal under-nutrition, as observed in SGA, could affect later metabolic outcome in the same way as postnatal low fatness that often precedes the EAR. Moreover, the associated risk with SGA is probably more independent of later obesity, based on BMI cut-off values, than those of EAR. The possible differences in body composition (namely in terms of fat/lean mass ratio or fat distribution) between SGA and EAR subjects have to be still clearly investigated. Recently, in a longitudinal study of body composition using dual energy X-ray absorptiometry measurements, SGA children gained progressively more fat and abdominal fat mass than subjects appropriate for gestational age between age 2 and 4 years. These differences occurred despite the SGA children having already largely completed their catch-up growth and weight gain by 2 year. The changes in body composition between 2 and 4 years in the SGA subjects were accompanied by a shift in insulin sensitivity to insulin resistance. 6 In any case, SGA and EAR do not show the physiological pattern that occurs during growth (1-6 years of age). The absence or the shortness of the period of reduced adiposity and associated changes in body composition might be important for future health (that is, puberty timing, tracking body composition, cardiovascular risks, morbidity) but still needs to be elucidated.
However, the suggestion of Rolland-Cachera et al. for the evaluation of time of presence/appearance of overweight/ obesity is clearly interesting to integrate the global estimation of metabolic risk and deserve further investigations. Pediatric Unit, Verona University Medical School, Verona, Italy E-mail: paolo.brambilla3@tin.it
